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DECLARATION OF AVI AS HKENAZT. Ph.n UNDER :i7r i?p- ^ i ti^ 

I, AviAsM:enazi,Pfa.D, declare and say as follows: - 

1. I am Director and Staff Scientist at the MoleculwOncblogyDepaita 
Oenentech, lnc.> South San Francisco, CA 94080. 

2. IjoinedGemeiitedb-in'1988asrpo^oc(l&r{af^ 

. investigated a variefir of ceUolar agnal transduction mechanisms, inchiding apoptosis, and have . 
developed technologies to mddulate such mechanisms as a-means of flierapeutic intervention in 
cancer and autoimmune disease. I am currently involved in the investigation of a series of • 
secreted proteins over-expr^sed in tumois, with the aim to identify useful targets fortiie 
development of therapeutic antibodies for cancer treatment 

3. %scietitificCuniculumVitae,mcluding my list ofpubHcations, is attached to 
and fomis part of this Declaration (Exhibit A). 

4. Gene amplification is a process in which chromosomes undergo changes to. 
contain multiple copies of certain genes that normatty exist as a smgle copy, and is m important 
fector in ^ pathophysiology of cane*. Amplification of certain genes (e.g., Myc or Hei2/Neu) 



gives cancer cells a growth or survival advantage relative to normal cells, and 'might also provide 
a' bedianism of -tomor ceU resistance to chernothk^ 

5. IfgenempMcation results in bvra-ejqjression of 

conreE^kmding gene product fliisn it identifies that gene product as a promising target for.cancer 
thaapy, fox example by the theR5>eutic antibody apprback . Even in the absence of ov 
e^qjression of the giene product, amplification of a cancar marker gene - as detected, ifor example, 
by the reverse transcriptase TaqMan® PGR or the fluorescence in situ hybridization (FISH) 
assays -is useful m the diagnosis or classification of cancer, or m predicting or mcmitQring.llie. 
efBcacy of cancer diefapy. An increase in gene copy number can result not onfy from' 
intrachromosomal changes but also fiom chromosomal aneiiplpidy; It is ii^ortant to imdastaiid 
that detection of gene amplification can be used for cancer diagnods even if die determinatioii 
includes measurement of (^mosomalaneq>lbidbr. ]hdeed,asIongasa significaiitdifiEerence 
relative to nonnal tissue ia detected, it is nreiteyant if flie s^al originates an increase in the 
numbo: of gene copies per chromosome and/or an abnornUd number of cbromdsonies. 

6. lunderatandtimt according to the Patent 0£5(^, absent datodem 

the mcreased c^y number of a gene in certain types of cancer leads to increased expression of 
its product, gene amplification data are msufScient to provide substantial utility or well 
established utility for the gene product (the encoded polypeptide)^ or an antibody specifically 
binding the oicoded polypeptide. However, even when an^Ufication.of a cancer mjurker gate 
does not result m significant over-ejqpressioft of the corresponding gene product^ this very 
abseince of gene product over-expression still providefftiignificantM^ 
diagnosis and treatment Thus, if oyer-ecpressibn of die gene product does nqt'paralle) gene 
anq>lification m obtain tumor types but does so ib others, then parallel monit^g .of gene 
amplification and gene product over-e^^ssion otables more accurafe tumor cla8idfication.^d 
haice better determination of suitable flierapy. In addition, absence of over-.e}|pression.i8 mcial 
information for the practicing clinician. If a gene is amplified but die corresponding gene 
product is not over-e^qnessed, the clinidan accordingly will decide not to treat a patient with 
agents that target that gene prdduct. 

7. I hereby declare that all statem^ts made herein ofmy own knowledge are true 
and that all statements made on information or belief are believed to be true, mi fyaHhet that 
flioie statements wae made wifli the knowledge that willful false statouents and the like so 



made are piwishable by fine or in^sopment, or both, under Seiption l OOl of Title 18 of flie 
XMted States Code and that such villfUl statouents may jeopardize Ute validity of tiie 

a^Ucattonoiranypat^xt.issn^theieon. ' ' ' 
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Bditcdal Bofflfl MjBmben 
Associate! Editcn; Climcal Cancer ReseaidL . 
Associate Editor, Cancer. Biology and Ther^y. 

Refereed papers: 

1. Gertler. A.. Astitfen^yrf, A , a«H x^,^^^ 7 Piiiding -ritn for hnmm j^uwlh 
honnone and ovine md bovine prolactins in &e mabmaiy glandand liver of the 

/iacta&igcovr.MoLCeniEndocrinoL^^ 

2. GetUer, A., SKamay, A.. Cohen. N.. Ashkenazi. AL. Pries^n^ w t «^p»n. A.. 
.<feiBcki,M.,AWv.a,Hadari,D.,aodVogd,T..In^ . 

; activities rff ovine protactin and human growth hormone (hGEI) a novd fiam of 
a modified reconAinant hGH. ^>jJocrifnofogv 118, 720-^^^ 

3. AshVen^rf; A , Madar, and.Gertler, A. Partial purification and charactenzittum 
of Iwvine mammary gland prolactinjeccptor. 
(1987). . 

4. Ashk^aTi , A , Pines, M., and Gerfler, A. Down-regqlation of lactogemo 
. iMMmdnerecqitorsm 1^2 lymphoma cells by choi^ 

JntefTwriL 14, 1065-1072 (1987). 

5. Ashkenari, A , Cohen, R., and Gcrtler, A. Characterization of lactogen receptors 
in lactogenic hoimoiifr^lependent and indqje^^ 

.F^S^Xettl 210, 51-55 (1987). , 

6. Ashtenazi, A , Vogd^T., Batadi, L, Hadaii. P., Leyanon, A., Gotepki, and 
Getfler, A. Comparative stiZly ooja-vibo and'iiniv«^m<^uIation of lactogenic 
and somatotropic receptors by native human growdi Jiomione and its modified 
lecombinant analog. Emhainology 121, 414-419 (1987). 

7. Peralta; E., WinsloW. K Peterson. G;. Smith. P.. Ashkenarf, a , . 
J., Schimerlik, M., and C^khj, P. Primary structure and Wodiemical ptopetties 
ofan.M2 muscarinic receptor. 5'cie»ce 236, 600-605 (1987). 

8. Pwalta, B. Asbkaiaza, A., Winsipw, h; Smith, P., Ramachandran, J., and Cj^on, 
P. J. Pistitiont primary structures, ligand-binding properties and tisstte-q»ecific 
expression of four human muscioinic acetyldioline receptors. jEMSC> 6, 3923- 
3929(1987). 

9. Ashkenassi, A., Winslow, j., Peralta, B., Peterson, G., Schimerlik, M., Capon, P., 
and Ramachandran, J. An M2 muscarinic receptor sub^ coupled to both 
adenylyl cyclase and pfibsphoinositide turnover. Science 238, 672-675 (1987). 
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10. ..Pines, Mi, My^, At. C^hen^^&qnuk, R, Binder. L., and Gertter, A. 
InhiMd(m0fflieproBfiKrtionofNb21yiiqj . 

.. 6(mcebtrations of cMera toxin tod partial iwera^ 
tetfadecano3d-phoit)ol-13-ac^ti^ 

11. l^erafta, E. AsMcepjfisk T"^low, J. Ramadiandian, J., and C^a, D. . 
bififerentialreguktion of Plhj^lysis and ade^ 

i»cc|)tor subtypes. Afaftpie 334, 434-437 (19^^^ .-. 

12. Ashkenqzj,. A, Peralta, E., Wnslow, J., Ramachandran. J., and Capofi, P; 
Functionany dis^ G proteins coiq»le differ 

' ■ \ . same cell; Ce//S6, 487-493 (1989). 

13. Ashkenazi, A.vRamachaidran, Jl, and Capon, D. Acetylcholine analogue 
stiniiilates DNA synthesis in biain-^erived cells ^da sp^ 
w»tylchoIine receptor sub^es. JVflh^^ 

14. I^mtnare, P.. Ashkaia2a, Av. jPleuiy, S., Smith, D.,jSekaly, R., and Cqwn, D, 

The MH(>binding and jgplio-binding domains.of (i>4 
' &5€wce 245, 743-745 (1989). 

15. Adikffiari;, A^Presta; Maistere, S., Cam»ato, T., Rosenthal, BO; Fendly, 

. and C^on, P: Moping the CD4 binding site fot humatt immunodeffipiency 
;viji»,typelbyalanin©:Scanningmmagenesis.iW^ ' 
7150-7154 (1?90). 

16. Chamow,S.;Pea8,P.,Byni.lUMiiIkenin,M.,Ha^ 

P.. Capon. P- and ^ahVftnarf, A^. Bnzyiiiaticcieavageof aGD4imm]moadhesfai ' 
gmerates ciystalKzibl^ biologicany active Fd-lite 

9885-9891 (199«)). - ^.^^ . \- 

17. Mikepaa, A. Smifli. P., Marstaers, S., Riddle^ L, Gifegoty, T., Ho, P., and . 
Capon, P. Resista^ceofptunaly isolates of hnman iinmunodeffidenjyyir^ 

1 to soluble CP4 is indq)endent of CP4^BPl201iin#igaflM . 
^cadl &!i. WSA 88, 7056-7060 (1991). 

18. Ashkenazi, A, Marsters, S., C^on, P., Chamow, S.. Figajd.. L, Pennica, 
Goeddel, P., palladino, M., and Smith, P. Protection against endotoxic shock by 
a tumor necrosis factor receptor immunoadfaesin. Pnc Natl Aca4. ScL USA, 88, 
10535-10539(1991). . '. 

19. Moore, J.,McKeatin& J., Huang, Y., A^^^^^., and Ho, P: Virions of 
primaiy mV-1 isolates resistant to;sCP4 neutralization differ in sCP4 afBnity and 
glycoprotein gpllO retention from sCP4-sensitive isolates, J. Virol 66 235-243 
(1992). ' . 



3 



20. Jin, H., Oteeaberg, D., Asiikepazi.A.. PCTOutka, S., Duncati, A., Rwanahel, R., 
Yang, Y., M?iigo4 G., Palados, J., qnd O'Dowd, B. . Characterizatioft of the 
litimah 5-hydroxytiyptainineiB teceptca:. J. Biol Or^ 267, 5735-5738 (1992). 

21. Maistere, Frufldp, A., Simpson, N:, Fendly, B, and AshVmflTi, A 
Identification of cystdbofi-iic^ doma^ of liie type 1 

. fittvplved in Mgand binding. 7. -Od;. iC&m 
22: Oiainow. S., Kogan, T., P^, P., Hastings, R., Bvm. tL. and Ashlcenain, A . 
. Coigng^oa of sCD4 MnMibiit low of bi^ 

diiectedcioss-liiddngi^agent J..S&>£Cte^ . 

23. Okseaberg, p., Maisters, A.; ODowi B., Jm, H, Haylfl^ S.. Peroijflai. S., dnd 
Ashkenazi,A. A single amino-aciddiffCTence.OOTfete ma^brphadiiA^ 

. variation betweea human and todent S-HTib recq>toi8. 7%ii^i^ 360, 161-163 . 

(1992) . 

24. Haak-Fraii^ho, M., Maisters, S., Chamow, S., Peers, D^, Sin^)son,N,^ and 
AshVenaCT, A Inhibition of iut^erpn Y by an interferon y iep^ 

. in]miinoadDbiesin.7mm(M^ 

25. Penica, I)., Lam, V., Weber, R., Kohr, W., Basa, L., SpeUman, U., AshV«^a7i , 
Shirk s., and Gbeddel, p. Biochemical characterization of 

dontmnof flie 75-kd tmnor neoiosts factor receptor. Bidcb&nisttySl, 3131-3138. 

(1993) . . * 

26. Baifi)d.X., Zheng, Y.,Kiang,W., Hart, M.,Ey^s,T.,Cferi 
A^l^Venazi, A. Caonhig«idjea^pre8danofahmnan<3>C42.gIPa^ 
^iotdnieveal8.afum^onalSH3-bipdingdbn^ 

f» 26062(i993> . - « ^ .. 

27. Ghamow, S., Zhang, D., Tto, X, Mhtrts, S., Marsters, S., Peers, D„ Byhi, R.; 
Ashkenari, A„ and Yutfghangf R. Afapnanized bispedfic hmnnnoadheshl- 
antibodyfliat retargets 0)3+ effectors to kin mv-l-infe^ . 
153,4268-4280(1994). 

28. Means, R, Krantz, S., Luna, J., Marsters, S., and i^^^^ Inhibition of 
murine erythroid colony formation in vitro by iterferon y and.conection by 
interferonyTeceptorimmunoadhesiaB/otN/ 83-, 91 1-915 (1994). 

29. Haak-Frendscho, M;, Marsters, S., Mordaiti,. J., Gillet, R, Ojen, S., 
andAshkenazi, A, InMbitionofThg by a TNF receptor inanunoadhesiii; 
comparison with an anti-TNF mAb. /. Immunol 152» 1347-1353 (1994). 
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30; . : awnlow,S;, Kogan,T,,Veouti,M;,Gadel^T.,^^ 

and Ashkehari, A. Modificadon of €354 imnnmoadh^ wifli monomettioxy- 
PEG alddiyde "via rediicfive alkflation. Bioconj. Cftew. 5, 133-l4o (1994). 

31. rm,a,Yan&R,Maisters,S.,Bunting,:S.,Wu^ 

Ashkenq?y, A, Protection agamst rat eadotoxic shock by pS5 tuihor necrods factor 
• (TNF) receptor inmnmoadhedn: c(»Dipad86n toanii-TNF monoclonal ahfibody. J. 

32. Becfc J.. Maasteis. S.. Harris, It y AfitiVi^flw-, A , rhmtimj ft Ge&erattonof 
soluble intorlealdn-l receptor fiom an immptcmdbeistni^ specific cleavage. Mot. 

. /mmttnoi: 31, 1335-1344 (1994). 
.33, Pitti, B.j Marstera, M., Haak-Erehdscho, M., Os^ Q, Mocdenti, J., Cfaamow; S., 
and Ashkenazi, A. 7vid!e<Marandbiologieali»(^>ettiei{ of admtedeidd&-l 
receptor imniimoadhesin. Mot /mmtmd/. 31, 1345-1351 (199^ 

34. CM£s#nberg, D., Havlik, S., Pcaronfka, S., and AsbkeAa^, a T&e fhiid intracdblar 
loop of the 5-HT2 recq^^>eci£es effector coupling. J. N^urochaiu 64, 1440- 
1447.(1995)^ . . .. • 

35. Baph, E., Szabo» S,, IMghe, A.. Ashkenazi: A.. Aguet, Ml, Miiiphy, K., and 
Schrciber, R.. Ligand-induced atttoregi4ation of IFN-V tec^tor p chain exjaessibn 
in The^ceU subsets. SWcnce 27a, 1^15-1218 0 

36. Jii^ a, Yang,. R., Marsters, S., Astikenfl^^i, A , Bunting, S., Maira, M, Scott, It, 
and Bakor, J. Prbtei(^on against endotoxie jslhock by bactericidal^enneability- 
increasii^ protein in ratss. J. CUn. htvesL 95, 1947-1952 (19>95). 

37.. MaxBteis, S., Peiica, D.,^ Bad^ E., SicMber, IL, and As1ilf«n.a.», a , Met^on y 
. ^gna]8viaah^«af5mtymu]tisubumt3feceptor-.Gompl6^ . 
of polypeptide ch^: Afo//: ilcad 

38. yanZBe,lL.Molda!wer,L.,CMdeiJ^^ 

Monlegut, W., Rogy, M.. Mesdrter, Ci, GalM, a, Schflier, C, Kichter, W., 
Loetcher, H., Ashkena^,A., Oiamow, S.) Wuim, F., Calvano, S., Loynyi and 
Lesslauer, W. Ihx)tection against letihal E. coK bacteremia in baboons hy 
pretreatment wia a SS^kDa TNF leceptor-Ig fiisionpiotdni Ro45-2081. Z 
/rowjMiio/. 156, 2221-ZJ30 (1996). ' / '-^ 

39. Pitti, R,, Marsters, S., Ruppert, S., Donahue, C, Moore, A., and Aali^^flfri, ^ 
Induction of apoptosis by Apo-2 ligaid, a new member of the tumor necrosis 
factor cytokine family. /. Bigl Chem, 271, 12687-12690 (1996). 
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. 40, Marsters, S., Pitti. IL,ponalme, C, Rttpert. S.^ Baner. K., and Ashkenaa- A. : . 
ActivatiqilofapGptos«byApo-2Kgandisiiideip^dgito^^^ 
CiMXwrr. 5io/. 6, 1(569-1676 (1996). 
41. Marsters, S.. Skubatch. M.. Gray. C. and Ashkeriazi. A. Heipesvims Rntry 
me^ator, a novel member of the tumor necrosis factor recq)tor fan^ 
tlie OT-Kfi and AP4 trahscitption factors. 
(1997). 

.42. Slwridan, J.,Ma|Steis, S., Pitti, R., Giiiney, A., Skubatcl^M., Baldwin, D., 

Ra malrrislma n, L., Qtay, C, Baker, K;, Wood, W.1, Goddard, A., Godowski, P., and. 

. Ashkeniazi. A. Control of TRATT^ftfidnceH apf^tnaia hy a- fimiily r^f <^^^^^ 
ffecoyreceptocs. &;en6e277,.818-821 (1997). . . 

43. . Matstas, S., ShmdaiC^jC^tt^ R., GHmey, A., Sknbatoli, WL, Bidswin, Di, Huang, A., 
. Yuan,. J., Goddard, A., GodoTralpi; P., and AshkenazLA. A n<?V9l teoeptor . 

,^>o2L/ISAn/ contains 9 truncated deafli domain. CW^^ 

44. Marsteis. A,, Sheridan. J.. PittL R.. Brush. J.. Goddaid. AL and Afi1i1mn«ij A 
Identification of a Vm^ diwft-doauiio-CQiit^inag T9C^Jor>^fi3. Ciwn Mol, 

•.8,525-528(1999)- 

4^. Rieger, J,, Naumann, U„ Glaser, T., Ashkenazi. A ., and Weller, ln/LApol Ugand: 

• anDvelweaponagainstmalignantgUbma?ijEBSieft 427, 124-128.(1^^ 
• 46. Pender, S., Fell, J.j Chamow, S., Ashkenazi. A ., and MacDonald, T. A p55 TNF 
recqptor immtmoadhesin prevents T cell mediated intestinal injury by inhibiting 
. matrix metaUoprotetoase production. j:/i}um(noiL 1^0, 4098-4m 

47. Kk,R.,Maisters,S.,Lawraice,D.,Roy,Kischkel,F.,^L,Do^^ 
©onahn^C.,.Sh^0od,S?,Bddwin,.D.,dodoi^ 

Hillan^.K.i Cohen. R.. GoddanL A.. Botstein. P.. and Ashkenazi. A. Genomic i 
an^Mi^onofadecoyncqytor forFasligandinlungandcolcmci^^ Nature 
3ff«,699-7to(1998). 

48. Mori, S., Matsikami-Mon, K., Nakamura, S., Ashkmaw ^ and BkMMrvida, B. 
Sensitization of AIDS K^>osi*8 saiccnua ceUs to .^>o-2 Hgand-indueed 

by actinomydnD. J: JmmifffoJL 162, 5616-56^ (1999). 

49. . Gumey, A. Mateters, S., Huang, A., Pitti, R., Mark. M; Baldwin, D., Gnqr, A., 

Dowd, P., Brash, J., Heldens, S:, Schow, P., Goddard, A., Wood, W., Bkker, K., 
' Godowski, P., and AshkCTiazLA. Idoitification of anew.monber of the tumor- 
nedrosis factor family and its receptor, a human orOioiog of mouse GITR. .Qar.. 
Sfo/. 9, 215-218 (1999). 



■ 50. Ashkehazi\ A.,Pa^ R.,Fong,g.,Uimg;S.,I^wren9b^^ 
C., Qiaii& L., McMurtrey/A.; Hdjo^ 

Harris, Bussierej J., Koq^en, H., Shahiokh, Z., and Schwallj R. Safety and 
anti-tumor.activityof liBcombinant sqhible Apo2 Ugand, J. Cliiu'Invest. 104, 155- 
iei2(i999>. . ' 

. 51, CKuWhai^aii A., Gibbs, V., Lii,.J., Ow, Aj.'Niatsters, S., Adikenazi, A., De Vos, 

' ' - An Kim, K.J. DetQiminati<m-of teadues 

transmissiion in ta& Inmian IFN-oi ieceptor 2. Jbnmunol^l63, 766-773 (1999). 

52. Johnsen.A.-C.,Haiix,JnStdnlger,B., 

<^ils-invdlvBniaitinNKctdl-mediated4^ . 
(1999), 

53. Itoth,W.,Iseiimann,S.,Na\miaim,U.,Kugler,S.iBalir^,^^ 
Ashkenazi. A., and Weller. M. Eradication of intra(|rairial human maK giiftiit 
glioma xenografts by Apo2L/TRAIL. BUtchem. Biophys. Res. Cononun, 265, 479- 
4iB3 (1999). , ' . 

54. H3mowit2^S.G.,Cbristing€r,H;W.,Fuh,G.,ttt 

iStnicture of Ai)o2I/nLAIL in a ComplW. 
. 563:-571 (1999). ■ 

55. Hymowit^ jo., O'Conael, M.P., Utsdi, MJL, Hiirat,. A.. Totpal.' K.. Ashkenaa. 
A» de Vos, AAL, KeUey, A umque zano^ 

. . ■. i«8olxiti<m X-ray stroctwiB of hiamo^^ 

^ 640 ^000). « ^ » - . ..^ - ^ 

. 56.; 231011, Q.,Fiikudiima,P4T>eGraf^w!,i^ 
. pafhwayprefeimtifdl^ inhibit 

oance* cells overexpipMsing cycKn m. Qwiccrilas. 60, 2611-2615 (2000). . 

57. Kischkel,F.C.,I^wrence,.D.^,aiimt^ 
A^k^a^aA Apo2I/I2(AIL-dq>endent ie<a^ 

Caspas6-8 to deafli receptors 4 and 5. immunity 12, 61 1-620 (2000). 

58. Yan, M., Marsters, S A, Grewdl, LS,, Wang, H., ♦Ashkenazi. A., and *Dixit, 

WM. Identi&afion of a receptor for BiyS demonstrates a cnicid role in humoral 
inmaunity. Nature lmmuhoL.l, 37-41 (2000). 
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59. Marstersi S^, Yan, ^4., Pitti, R,M., Haas, T?M., I&d^ V.M., and Ashkenftiri, A 
fiitQiaction of tiie TNF homologuesBLyS and APlUL^^ 
hamqiogassBCMArndTACL^ . . 

60. K3sdikd,F.C.,and^^^^ia^ ComWrnngei^ 
impMmQblottmg to detect inferactioiis of endogenous cellular prot eins. 
Btotecft»ig»es 29, 506-512 (2000). 

61. - La^?TOnc^p.,S^ 

Hil^^T\)^ai,KLDeFrag^L,Sdiow,P.,Hoole^^ . 
Ceung, S., Klan, L, Glinia^ 

Fox,J;>ThaiiMB.p..arid Asiikenazi.A: Diffeimtidhtyfltof^ w«>i«y»f 
recombinant ^2UIRAn^.vet^^ 
.62. : Chiiiflharapat,A.,l>)dgeiK;,Gkfi&in^,K:,S<airo^^ 

Koigppeo. H.. Ashkenazi. A. , and Kini, K l. TsnfypiwIftpAM^I^mt inMbitrqii of 
fumpr growth in vivo by monoplonal antibodies to dea& xec^tor 4^ J[. hnmmol.. 
166,489H898.(2001). 
. PoMack. Lg., Etf^ M.. and Asbkenasi, A . Direct stmmlttfifwi of apnptptir 

signaling by soluble /^2iytiimor neawsis fi^ 
. l^gand leads to selective Idlliiig of ^pma cells. Clm, Career Res, 7, 1362>1369 

bool). 

64. Wang, H.. MarstBrs,SJV., Baker, T., C3ian, B„ Lee, W.P., Fu, L., Tumas, D., Yan, 
M., Dixit VJwL, *^^mm^, and *Grewal, IS. TACI-Iigand interactions are 
.reqniiedfof.TceUactiva^ Natia-e 
iinjiittiwZ. 2, 632-637 (2001). 
^ -.65. Ki8<Md!yF.C.,Lawrtence^^ 

Blema.J..AniotL D^andABli1canw>i^ A n^wth iw^ipto|' 

endogenous caspase-lO and q)optods ipitiation in the absence of cas^.ase-8. J. . 

Bioi Cftew. 276- 46639-46646 (2001). 

66. LeBlanc, H., Lawrence, D JV., Varfolonieev, B„ totpal, K., Mbrlai^ Sdiow, P., 
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Fimctiomdroieofmnscarimcaietjicholineiweptors^ 
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. FuncfioilaldiVereityofiimscdriiiie r^ 
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13. Ashkedazi. A. Cb^ters on ApoTUTRAlL; DR4, i)R5, DcRl, DcR2; aadpcRa. : 
Online Cytokine Handbook (www.apnetconi/tMn1nnereferehceA . 
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8. bmnunoadhesins: Principles and Applications. CKnd<m R^eaich Conference on 
. Drug Delivery in Biology and Medicine. Venture CA, Fdmiary 1996. 
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Canper. Ifflton-Head^NG, March 1996. 
10. Inducti<mpf^optosisbyApp2Ugand. AmkicaiiSooie^ 

Molecular Biology, Symposiiim on Ghxtwfli Factois and C^okme'Receptois^ New 
. drteans, LA, June, 1996. 
. ll* -^c^ figand, an exlrace^ultf trigger of {Qioptesis. 2nd Clontech Symposium, 
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13. Apo-3; anoVdrecqitoir that tegnlateg cell deaifflyMl tiiW«f^m gtionr'4th .. 
ibtemationadl CofDgress oni^ 
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14. . tiew msaSa&cs of the TNFligapd and receptor families diat rejgulate ^optod^ .. ' " 
inflamitiat ion, and immunity. UCLA School of Medicine, LA, CA, March 1997. 

15. BnnmoadSi^siiis: an attematiye to monoclond anti^^ SdiWorldOmfacnoe 
on Bispedfic Antibodies. Voloidam, Holland June W 

16. Control of /^)o2L signaling. Cold Spring Harbw Laboratory Syn^osium on 
Progranmied CeU Death. 6>ld Spring fjarbor. New Yo^ 

1^. Chairmm and q)eak«r, ^optbds Sigoah^ 

CkMfewnoe onApojitosis. Sanbiego, OA., October 1997. 
18> Control of .^;K>2L8igrfflliiigbydeafh.and decoy repqitors. Amedcan Association 
for a» Advancemoit of Sdenc^. Flulh^ 
•w^>.>:- .-^19. '^)o2-Hgandfn^it3iFecq>tors. Am^caaSof^jB^oflinmaiio 

Bandsco, CA, April. 1998. 
.20. DeadiiecqitorsandU^ds. 7tfaltiten)ati 

21. A^2L as a potential tfaerqteutic for cancer. UCXASclwol of M 
• . ' CA,Iunel998. . 

22. ,Apo2L as a potential dier^eutic for cancer. Gordon Research Con£n:eice on' 
Cancer Chemotiier^y. NewLondon,NH, July 1998. 

23. Control of ^optosis by i^2I^ EndpoineSod^ Conference, Steven^ 
August 1998. 

24. Control of apoptosis by Apo2L. International Cytokine Sodety Conference, 
Jerusal^ Israel, October 1998. 
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25.. ^poptos^s control by death and decoy receptois/^/^^ 
C^CTliesearchC^nreirace,Wliisti 
.. Apdptosis control by death and decoy recqjtors. American Society for '• ' ■ 
Biochemistry and Molecular Biology Conference; San Francisjcd, CA^ May 1999; 

27. ^optosis control by death and decoy receptors. Gdrdon Reseabh Conf^^ce on 
•Apoptosis, New London, NH, June 1999. • 

28. Apoptosis control by death and decoy receptors. Arthritis Foundation Reseanih 
Cbnf^ce, Alexandria GA, Aug 1999. , 

29. Safety and antitumor activity dfiecomh^^ Cold 

. Spring HaiborI^oiatdrySynqK>auin on ^gran^ Cold Spring 

. Hfflbor,NY,Sq»teDaibetl999. 

30. The A|)o2I/rRAIL system: ther^eutic potoifiaT. Amoican Assoeiatioa for 
Cancel Reseaidi, Taboe, ]^ 

31. ..^lo^sis Old cancer tiLaq>y. Stanford IMvetdtyjSchool of Medicine, Stan^ 
CA,Mar2000; 

3?-. 'Ap<>Ptosis and cancer ^er^y. Uoiveraty of Pomsylyama Scliopl of >fedi<dae, 

PhilladelpBia, PA, Apr20(k). 
33; Apoj^tosis signaling by Apo2I/rRA]L.. International Omgress on TNF. 

Tpdndheiin, Norway, May 2000. 

34. The Apo2I/rRAIL system: Ihos^jeutic potential; Cq>-CURE summit meeting. 
Santa Monic^^CA,Jmle 2000. . 

35. The Apd2i/niAIL system: then^euticpfotential. MD AnderscmCancer Coitra. 
. Houst^TX, June 2000. ' . 

,^)c|>tosis signaling by»Apb2I/^^ . . 

San Di^/CA, August 20iD0. 

37. Anti-tuqibr activity of Apo2I/IRAIL. AAPS annual meeting. Indianapolis, IN 
Aug2o6o. 

38. .^EK^ptosis signaling and anti^cancer potential of A]w2I/ntA^ Canco: Research 
Institute, UCSah Francisco, CA,Sq>tember 2000. 

39. Apoptosis dgnaUhg by Apo2I/rRAIL. Kenote address, TNF family 
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40. Death i^eceptbrs: signaling and modulation. Keystone syn^osium on the 
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44^ Targeting d^recq>tors m cancer with Apo2L/nu^ Cell Deadi and Disease 
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45. Targeting death reciters in cancer with Apo2I/rRAIL. Biotpchnblbgjr 
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46. '^2L/TRAn.agnaliiigandq«DptDsis 
Conference on :^K>ptosis,aK|bi^ . 
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; FoundiatifMi, Cleveland, OH, Oct 2001. • ' V. 

48. Apoptosis signaling by deaai.ie6e|)tors: overview. hitemational&Knety &« 
Interferon and Cytokine Researdi con&rraic^ Clevdanc^ OH^ Oct 2001v ' ' 

49. Apoptosis signaling by deiitfhieceptotis.AmOT<»aSode^y^^ 
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51. .^>o2L/rELAIL signaling and i^optosis resistance mechanisms. Kimm^ Cancer 
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58; Targeting^optosis through death receptors. Second hiiemational Ck)nfer«iC6 on 
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